In six patients aged 59-71 years carpal tunnel syndrome, seemingly idiopathic, was followed by connective tissue disorders, in most cases autoimmune in nature. Patients with idiopathic carpal tunnel syndrome may therefore require long-term follow-up, if inflammatory rheumatic conditions are not to be missed.
INTRODUCTION
Carpal tunnel syndrome (CTS), a common entrapment neuropathy, is associated with various medical disorders, including the inflammatory arthritides, hypothyroidism, acromegaly, and diabetes (especially when there is cheiroarthropathy)1,2. The following case reports illustrate that, in such cases, CTS may occasionally be the presenting feature in the same way that Raynaud's phenomenon (RP) often heralds the development of scleroderma, lupus and other connective tissue disorders.3'4 CASE HISTORIES Case I A woman aged 59 noticed paraesthesia and a burning sensation in the fingers of her left hand, and 3 weeks later similar symptoms in the right hand. Her symptoms were most troublesome at night. However, she did not seek medical advice until a year later, when she reported aching and stiffness with some swelling of the proximal interphalangeal joints on the left hand. On referral to the clinic, she was in good general health and systemic survey was unrewarding; in particular she had no evidence of vasculitis or nodule formation. There were no changes of scleroderma in her hands or elsewhere, but she had some skin tightness confined to the digits. Nerve conduction tests were consistent with median nerve compression. The erythrocyte sedimentation rate (ESR) was raised at 38 mm/ h. Auto-antibody screen was normal apart from positive antinuclear antibody with anti-centromere antibody at a titre of I in 1000. Radiographs of the hands and wrists showed no erosions or soft tissue calcification. She was treated with steroid injection into the carpal tunnels and wrist splints. 4 months later she had sclerodactyly and also some telangiectasia on the hands and face. These clinical features, with the positive anti-centromere antibody, point Consultant in Rheumatology and Rehabilitation, Withington Hospital, Manchester, M20 2LR, England to a diagnosis of CREST syndrome5 (calcinosis, Raynaud's oesophageal dysfunction, sclerodactyly and telangiectasia).
Case 2 A 60-year-old woman reported tingling in the hands for a few months. There were no other complaints ofnote. Median nerve motor latencies were abnormal on both sides, and CTS was diagnosed. The symptoms responded to local steroid injection, but on follow-up three months later she complained ofaching and stiffness ofthe hands and described RP over the last couple of months. Examination revealed thickening and tethering of the skin on the back of her fingers and hands and to some extent over the extensor surfaces of both lower forearms. Some inflammatory thickening was noted around the metacarpophalangeal joints. ESR was 14 mm/h and immunological screen was normal apart from antinuclear antibody at a titre of 1 in 1000. Radiological examination showed soft tissue swelling around the small joints but no erosions. These features are consistent with scleroderma6. Case 3 A woman of 67 presented with lethargy, dry cough, shortness of breath, arthralgia, weight loss, and parasthesiae in her fingers. She was seen at a general medical clinic where she was thought to have no specific illness; CTS was diagnosed and she underwent bilateral decompression surgery. However, subsequent laboratory tests showed the following abnormalities: ESR 65 mm/h, rheumatoid factor positive (titre 1/64), antinuclear factor positive ( > 1/000, speckled pattern), serum creatine phosphokinase 4000 IU/L, and marginally raised thyroid stimulating hormone. A muscle biopsy showed features consistent with inflammatory myositis. At next review she had dysphagia, sclerodactyly, clear features of RP, and small-joint inflammation. Mixed connective tissue disorder was diagnosed7 and on follow-up she had developed pulmonary fibrosis. Case 4 A woman aged 71 presented with several months' history of paraesthesiae in her fingers. She also reported cold and white fingers, but did not describe the typical triphasic colour changes of RP. There were clear signs of CTS, including a positive Phalen's test. Blood count and ESR were normal. Six months later she had obvious scleroderma in her hands and legs with no evidence of systemic complications.
Case 5 A 67-year-old man was first seen by a neurologist because of a seven month history of paraesthesiae in his fingers in addition to aching and stiffness. Routine blood and serological tests were satisfactory, as were radiographs of hands and wrists. On referral for nerve conduction tests (which pointed to CTS) he was noted to have finger contractures, digital sclerosis and pseudo-scleroderma, all indicative of cheiroarthropathy a rheumatic disorder common in diabetics. Glucose tolerance was normal, but follow-up continues because cheiroarthropathy can precede diabetes8.
Case 6 A man aged 70 developed aching and stiffness proximally, and at the same time pain and numbness in the median nerve distribution of his right hand. On examination he had a small effusion in the right knee and clinical features of a right-sided CTS. Haemoglobin was 10.4 g/dL, ESR 97 mm/h, rheumatoid factor absent. Radiographs of the hands and wrists showed early osteoarthritis changes but no erosive disease. Synovial fluid from the right knee showed low-grade inflammatory changes but no phagocytes, so rheumatoid arthritis was unlikely. These features were consistent with polymyalgia rheumatica, and a rapid symptomatic response (with reduction of ESR to 6 mm/ h) to oral prednisolone 15 mg/day supported this diagnosis9.
DISCUSSION
In cases 1, 2 and 4 the patients presented with isolated CTS; in the others CTS was associated with an inflammatory condition. A previous study had shown that some patients with apparently isolated CTS progress to rheumatoid arthritisl0. The mechanism of median nerve compression is presumably pressure in the carpal tunnels due to inflammatory changes. In cases that proceed to scleroderma, median nerve compression may well be due to local fibrotic changes; and the same may be true in diabetic patients with cheiroarthropathy. Unless cheiroarthropathy is recognized, patients may be subjected to unnecessary investigations.
Because some patients presenting with Raynaud's phenomenon go on to develop systemic sclerosis, lupus and kindred disorders3'4, in specialist circles it is common practice to do serological tests immediately. Capillary microscopy may help in detection of those most likely to progress to a connective tissue disorder; this investigation should be done in all patients with late-onset RP and also in women past middle age, the group most at risk.
Our cases illustrate that, like Raynaud's phenomenon, CTS can herald inflammatory arthritis or a connective tissue disorder. This problem is compounded by the observation that many patients with RP present to their general practitioner complaining of pins-and-needles, numbness or throbbing in the digits and may not mention the triphasic colour changes that characterize RP. Furthermore, some patients with typical CTS without any associated cause may have features suggestive of RP as well, due to compression of sympathetic fibres in the median nervell. Indeed, many patients with CTS have an associated RP, and a general practitioner can easily miss this and fail to do the necessary investigations12 '13 In conclusion, we recommend a high index of suspicion in patients presenting with CTS, even when the condition appears to be idiopathic. Follow-up is desirable, in case the condition is a herald of inflammatory or autoimmune disease.
